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ABSTRACT
Objective: To examine the predictive
value of end of treatment (EOT) outcomes
for longer term recovery status.
Method: We used signal detection
analysis to identify the best predictors
of recovery based on outcome at EOT
using five different eating disorder
samples from randomized clinical
treatment trials. We utilized a trans-
diagnostic definition of recovery that
included normalization of weight and
eating related psychopathology.
Results: Achieving a body weight of
95.2% of expected body weight by EOT
is the best predictor of recovery for
adolescents with anorexia nervosa
(AN). For adults with AN, the most effi-
cient predictor of weight recovery
(BMI > 19) was weight gain to greater
than 85.8% of ideal body weight. In
addition, for adults with AN, the most
efficient predictor of psychological
recovery was achievement of an eat-
ing disorder examination (EDE) weight
concerns score below 1.8. The best
predictor of recovery for adults with
Bulimia Nervosa (BN) was a frequency
of compensatory behaviors less than
two times a month. For adolescents
with BN, abstinence from purging and
reduction in the EDE restraint score of
more than 3.4 from baseline to EOT
were good predictors of recovery. For
adults with binge eating disorder,
reduction of the Global EDE score to
within the normal range (<1.58) was
the best predictor of recovery.
Discussion: The relationship between
EOT response and recovery remains
understudied. Utilizing a transdiagnostic
definition of recovery, no uniform predic-
tors were identified across all eating dis-
order diagnostic groups. VC 2013 Wiley
Periodicals, Inc.
Keywords: recovery; transdiagnostic; predictors
(Int J Eat Disord 2013; 46:771–778)
Introduction
There is a significant interest in clinically meaning-
ful outcomes in psychiatric disorders.1–6 Recovery
is the main aim of most treatments for diseases;
however, recovery is not often defined in clinical
trials. Recovery in psychiatric disorders is difficult
to define and operationalize.7 Nonetheless, there
has been a concerted effort to address the problem
of defining recovery in some psychiatric disorders.
For example, recovery from major depression is
defined by a cut-point of 7 or less on the total
Hamilton Rating Scale score as a uniform
standard.2 This standard is now generally included
in outcome data for studies of major depression.
Utilization of a common standard allows compari-
sons across studies.6 To date, there remains little
agreement about how best to define recovery for
eating disorders. To learn more about the relation-
ships between treatment outcome and recovery
over time, we examined the predictive value of a
range of end of treatment (EOT) variables for the
achievement of a transdiagnostic conceptualiza-
tion of recovery at follow-up (i.e., the absence of
any eating disorder symptoms and normalization
of physical, behavioral, and eating related cogni-
tions) for each of the main eating disorder diagnos-
tic categories [Anorexia Nervosa (AN), Bulimia
Nervosa (BN), and Binge Eating Disorder (BED)].
The study utilizes archival data from a series of
randomized clinical trials (RCTs) of treatments for
these disorders in adults and adolescents.
Although a range of definitions of recovery have
been proposed for AN,5,8,9 using any one of these
various standards leads to a wide range of recovery
rates (3–96%) within the same group of adolescent
AN patients4,5 and, in adults, to ranges of recovery
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rates from 24 to 78%.10 In an exploratory study,
Couturier and Lock determined that maintenance
of recovery at 4-year follow-up in a sample of ado-
lescents treated for AN was best predicted by a
combination of attaining a post-treatment weight
greater than 90% IBW and an EDE restraint sub-
scale within 1 standard deviation of normal.4 As
noted, recovery implies the maintenance of
improvements over a period of time.8 Suggestions
for the length of time needed for maintenance of
symptomatic improvement to constitute recovery
include 4 weeks,11 8 weeks,12,13 3 months,8 and 1
year, but none of these have been established
empirically.14
Recovery from BN has also been defined in a vari-
ety of ways. Earlier studies most commonly defined
treatment response as a significant (e.g., 80%)
reduction in binge eating and purging from baseline
to EOT.15 In contrast, more recent studies use a
more stringent definition of recovery; that is, absti-
nence from binge eating and purging for atleast 8
weeks,16 or more commonly abstinence for 4
weeks.15,17–19 Less strict definitions of recovery in
BN sometimes utilized include the presence of 1 or
less weekly symptom episode over the prior 220 or 4
weeks.21 For adults with BN, studies report esti-
mated relapse rates from 30 to 63%, depending on
the definitions of remission and relapse, suggesting
that EOToutcomes may be poor predictors of longer
term recovery.22,23 There are only two published
RCTs of outpatient psychosocial treatments for ado-
lescents.24,25 Each of these studies used the same
marker for recovery, i.e., abstinence rates from binge
eating and purging over the previous four weeks. As
is the case for adult BN studies, only behavioral cri-
teria were used in defining recovery for adolescents
(that is, eating related psychological recovery was
not included in the definition).
Researchers in BED also have not established a
common definition for recovery from this disorder.
Indeed, recovery is rarely chosen as a primary
treatment outcome in BED. The most recent
Cochrane review (2009), for example, identified its
primary outcomes allowing comparisons among
the reviewed psychological interventions for BED
as “abstinence from binge eating at the end of the
study” or “remission”.26 In some studies, referen-
ces to abstinence from binge eating are used inter-
changeably with “recovery.”27 The definition of
abstinence varies across studies. For example,
abstinence has been defined as a lack of binge epi-
sodes (determined by reviews of patient food
records) for the prior 1 week,28 no binges for the
last 2 weeks of treatment,29 or no binges for the
prior 28 days.27 Some studies require abstinence
from objective eating episodes as defined by the
EDE and others from both objective and subjective
eating episodes. An emerging standard threshold in
outcome studies of BED defines abstinence as the
absence of objective binge episodes (as determined
by the EDE guidelines) over the prior 28 days.
Fichter and Quadflieg examined outcome in a group
of eating disordered patients in a 12 year longitudi-
nal study,30 and suggested that patients who recover
from BED should be abstinent from objective binge
episodes during the previous 3 months and be free
of purging and other compensatory behaviors. In
addition, these individuals could not report more
than one objective overeating episode (as distin-
guished from a binge episode) per week during this
same prior 3 months. Grilo et al. examined the natu-
ral course of BN and ED-NOS (which included BED)
over 5 years.31 Although the term recovery was not
utilized, a good outcome was defined as 8 consecu-
tive weeks with a psychiatric status rating of less
than “2” for any eating disorder diagnosis. Perhaps,
the most serious criticism of the current definitions
of recovery in BED is the almost exclusive focus on
behavioral remission, such as the absence of binge
eating, and the lack of attention paid to psychologi-
cal recovery.
Recently, Bardone-Cone et al. proposed that full
recovery can be defined transdiagnostically for all
individuals with an eating disorder, i.e., when they
are indistinguishable from healthy controls on
indices reflecting behavioral and psychological
aspects of eating disorders.32 These authors opera-
tionalized their definition of full recovery as fol-
lows: (1) no longer meeting diagnostic criteria for
an eating disorder (AN, BN, or EDNOS); (2) no
binge eating, purging (e.g., vomiting and laxative
use), or fasting in the past 3 months; (3) a body
mass index (BMI) of at least 18.5 kg/m2 (a BMI of
18.5–24.9 is considered normal by the World Health
Organization); and (4) scores within 1 SD of age-
matched community norms on all the subscales of
the EDE-Q.33 In this study, we examined predictors
of transdiagnostic recovery status at follow-up
based on behavioral, psychological, and weight
measures gathered at the EOT in samples of
patients treated in RCTs for adolescent AN and BN,
and adult AN, BN and BED.
Method
Participants
Analyses are based on data from five randomized clini-
cal trials treating eating disorders in either an adult or
adolescent population.19,24,34–36 In all studies, the
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analysis required that a participant have both EOT and
follow-up data (FU). We decided to use data on all female
patients receiving active treatment as long as we had suf-
ficient follow-up data for the analysis. Table 1 outlines
the participant samples used for analysis in this study
(Adolescent AN N 5 83; Adult AN N 5 28; Adolescent BN
N5 47; Adult BN N5 101; Adult BED N 5 97).
End of Treatment Predictors of Recovery
Predictor variables for recovery at follow-up were
measured in two ways: (1) at EOT and (2) as a change
score calculated as the difference between measure-
ments at EOTand baseline. Predictor variables used were
the following:
Physical. BMI was computed as weight in kilograms
divided by height in meters squared. Percent ideal body
weight for age, sex, and height was determined by Cen-
ters for Disease Control and Prevention growth charts
(http://www.cdc.gov/growthcharts/percentile_data_files.
htm).
Psychological. The EDE is a standardized, validated
investigator-based interview that measures the severity
of the psychopathology of eating disorders.37,38 There are
four subscales in addition to a global score.
Behavioral. In addition to psychopathology, the EDE
measures frequency of key behaviors: objective binging
and compensatory behaviors.
Definition of Recovery Utilized as the Outcome
in the Predictor Analysis
We based our thresholds for recovery largely on the
global and transdiagnostic definition described by
Bardone-Cone above.32 Participants (except adults with
AN) were considered recovered if they met the following
standards for physical, psychological, and behavioral
recovery at follow-up:
1. Weight: percent IBW >95% based on age, height, and
gender using Centers for Disease Control standards;39
2. Psychological-Global Score on the EDE less than com-
munity norms 1 1 SD37,38 and
3. No reported binges or compensatory behaviors as
measured by EDE.
In the adult AN sample, so few participants (N 5 8)
met all three criteria that the analysis was done sepa-
rately for each of the three standards. Similarly, a cut-
point of BMI >19 was used for the definition of physical
recovery rather than the more stringent %IBW>95% to
allow a sufficient number of recovered for the analysis.
Because the analysis of the adult AN sample was done
with more flexible standards, these results should be
considered preliminary.
Data Analysis
Independent sample t-tests and chi-square tests of
independence were used to check for selection bias as
not all participants in the original studies met the
assessment criteria for this study. Prediction of recov-
ery was determined using signal detection analysis
(SDA). SDA is nonparametric process that uses recur-
sive partitioning to determine subgroups that are more
or less likely to have a specific binary outcome. SDA
is an ideal technique to make medical decisions by
evaluating the performance of diagnostic tests.40,41
Recursive partitioning, using the QROC program avail-
able at http://www.stanford.edu/~yesavage/ROC.html,
independently selects the best cut-point for each pre-
dictor variable based on the weighted kappa values.
Kraemer cites > .8 5 almost perfect .6–.8 5 substan-
tial, .4–.6 5 moderate, and .2–.4 fair, < .2 slight or
poor.41 We consider only predictors with Kappa values
> .4 (moderate) as clinically significant in our results.
We used SDA to identify the most efficient predictors
(behavioral, physical, and psychological) of recovery in
each eating disorder sample. Efficient tests balance the
two extremes of sensitivity (maximizing true positives)
and specificity (maximizing true negatives).
Results
Table 2 displays descriptive statistics for the five
samples. Three of the five samples used in this anal-
ysis: adolescent BN (N 5 49), adolescent AN (N 5
83), adult AN (N 5 28), did not differ in terms of
baseline characteristics from the samples in the
original study. However, the sample used in
TABLE 1. Description of studies used in current this study
Original Sample Source
Original Sample Size (Females)/
Randomized to Evidence-Based Treatment
Evidence-Based
Treatment
Current
Sample Size
Follow-up
Time Period
Adolescent BN Ref. 24 78/78 FBT SPT 49 6 months
Adult BN Ref. 19 293/147 CBT 101 12 months
Adolescent AN Ref. 36 110/110 FBT AFT 83 12 months
Adult AN Ref. 34 122/122 CBT, medication and
a combination
28 12 months
Adult BED Ref. 35 175/118 CBTgsh IPT 97 24 months
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the adult BN SDA sample (N 5 101) differed from
the original adult BN study sample because they
were older (t(145) 5 22.9 p 5 .005), better educated
(X2(1) 5 5.8 p 5 .02), had a lower BMI (t(107) 5
23.1 p 5 .002), and reported less eating psychopa-
thology as measured by the Global Score on the
EDE (t(145) 5 2.5 p 5 .02), Eating Concerns sub-
scale (t(145) 5 2.1 p 5 .04) and Shape Concerns
subscale (t(145) 5 2.6 p 5 .01). The sample used for
BED had lower eating psychopathology as measured
by EDE shape concerns t(116)5 2.3 p5 .02).
Descriptive statistics for the predictor variables
are presented in Table 3. Table 4 displays the
results for the most efficient predictors for each
diagnosis from the SDA analysis and Figure 1 illus-
trates the summary results for significant EOT pre-
dictors by age and diagnostic groups.
Anorexia Nervosa
The most efficient predictor of recovery for ado-
lescent AN was weight attainment to 95.2% of
expected IBW (Kappa ES 5 .47). For adults with
AN, the most efficient predictor of weight recovery
(for adults this was a BMI > 19) was weight gain to
greater than 85.8% of IBW (Kappa ES 5 .78). In
addition, for adults with AN, the most efficient pre-
dictor of psychological recovery was achievement
of an EDE weight concerns score below 1.8 (Kappa
ES 5 .70). There were no efficient predictors of ces-
sation of compensatory behaviors with medium or
large Kappa ES.
Bulimia Nervosa
For adolescent BN, the most efficient predictor
was the absence of compensatory behaviors
(Kappa ES 5 .52) and a reduction in EDE restraint
score of more than 3.4 from baseline to EOT
(Kappa ES 5 .52). Seventy-two percent of the par-
ticipants who met both criteria were recovered,
whereas none of the participants who did not meet
either criterion were considered recovered. Thirty-
five percent of those with one of the criteria met
definition of full recovery. For adult BN, the best
predictor was frequency of compensatory behav-
iors less than two times a month at EOT (Kappa
ES5.41).
TABLE 2. Baseline characteristics
Adolescent AN N 5 83 Adult AN N5 28 Adolescent BN N 5 49 Adult BN N 5 101 Adult BED N5 97
Age 14.5 (1.6) 26.0 (6.3) 15.8 (1.6) 30.8 (8.3) 48.9 (11.3)
BMI 16.1 (1.1) 18.0 (2.1) 22.2 (2.6) 22.7 (4.0) 36.0 (5.0)
Global EDE 1.8 (1.5) 3.0 (1.3) 3.6 (1.2) 3.0 (1.1) 2.8 (.7)
EDE Restraint 2.1 (1.8) 3.6 (1.8) 3.9 (1.4) 2.9 (1.4) 1.6 (1.1)
EDE Eating Concerns 1.2 (1.3) 2.2 (1.5) 2.8 (1.4) 2.2 (1.3) 2.1 (1.3)
EDE Weight Concerns 1.7 (1.6) 3.0 (1.5) 3.9 (1.4) 3.4 (1.4) 3.5 (.9)
EDE Shape Concerns 2.0 (1.8) 3.3 (1.4) 4.0 (1.4) 3.4 (1.3) 4.0 (.9)
Objective Binge Episodes 1.3 (6.1) 8.1 (14.9) 14.5 (17.4) 29.0 (18.3) 17.7 (10.4)
Compensatory behaviors 2.8 (9.1) 16.3 (24.0)* 45.7 (36.9) 52.7 (48.1) .04 (.25)
%Minority 25% 21% 33% 19% 23%
%College degree 0% 32% 0% 58% 61%
*Driven exercise not included.
TABLE 3. Means and standard deviations for predictor variables
Adolescent AN N 5 83 Adult AN N5 28 Adolescent BN N5 49 Adult BN N 5 101 BED N5 97
BMI- EOT 18.5(19) 19.3(2.8) 22.8(2.6) 22.7(4.2) 35.9(5.1)
BMI change 2.4 (1.7) 1.3(1.3) .5(1.6) .1(.8) 2.2(1.2)
% IBW EOT 90.0(13.8) 89.3(13.4) 109.9(12.8) 105.0(19.0) 165.2(23.2)
% IBW change 10.8(8.1 5.6(6.0) 1.4(7.6) 0 (4.0) 21.0(5.4)
Global EDE EOT .9(1.2) 1.4(1.3) 1.8(1.5) 1.6(1.1) 1.6(.9)
Global EDE change 2.8(1.0) 21.6(1.2) 21.8(1.4) 21.4(.9) 21.1(.8)
EDE Restraint EOT .8(1.2) 1.5(1.7) 1.6(1.6) 1.6(1.5) 1.3(1.2)
EDE Restraint change 21.3(1.5) 22.1(1.8) 22.3(1.7) 21.3(1.2) 2.2(0.9)
EDE shape concerns EOT 1.3(1.5) 2.0(1.6) 2.3(1.7) 2.0(1.4) 2.5(1.4)
EDE shape concerns change 2.7(1.2) 21.3(1.2) 21.7(1.5) 21.4(1.2) 21.5(1.2)
EDE weight concerns EOT 1.2(1.4) 1.6(1.5) 2.2(1.7) 2.1(1.4) 2.2(1.2)
EDE weight concerns change 2.6(1.2) 21.4(1.3) 21.7(1.5) 21.3(1.2) 21.2(1.0)
EDE eating concerns EOT .5(1.0) .7(1.1) 1.1(1.5) .8(.9) .5(.8)
EDE eating concerns change 2.7(1.0) 21.5(1.2) 21.7(1.3) 21.4(1.1) 21.6(1.2)
Objective binges episodes EOT .5(2.9) 4.1(14.9) 2.7(5.1) 10.6(18.6) 1.1(3.0)
Objective binge episodes change 2.8(6.6)) 24.0(10.4) 211.8(15.0) 218.4(15.4) 216.4(9.8)
Compensatory behaviors EOT 9.6(31.5) 9.3(23.2) 13.8(23.0) 17.2(23.1) .1(8)
Compensatory behaviors change 6.7(31.9) 27.9(20.7) 231.9(31.8) 235.0(47.0) 0(.8)
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TABLE 4. Results from SDA efficiency tests
Sample Predictor N P Q Sensitivity Specificity Efficiency Kappa PVP PVN FP FN
Adolescent AN % IBW EOT >595.2 82 0.317 0.329 0.654 0.821 0.768 0.470 0.63 0.84 0.22 0.21
Change in EDE shape concerns
>521.13
83 0.313 0.699 0.846 0.368 0.518 0.161 0.38 0.84 0.48 0.09
Compensatory Behaviors PT >518 82 0.305 0.146 0.24 0.895 0.695 0.158 0.5 0.73 0.10 0.26
Adult AN physical %IBW EOT >585.75 28 0.536 0.571 0.933 0.846 0.893 0.784 0.88 0.92 0.07 0.04
EDE eating concerns EOT <0.2 28 0.536 0.429 0.6 0.769 0.679 0.364 0.75 0.63 0.11 0.21
Change in compensatory
behaviors<0
28 0.536 0.429 0.467 0.615 0.536 0.081 0.58 0.5 0.18 0.29
Adult AN
psychological
EDE weight concerns EOT <1.8 28 0.607 0.607 0.882 0.818 0.857 0.701 0.88 0.82 0.07 0.07
BMI EOT <20.12 28 0.607 0.571 0.706 0.636 0.679 0.337 0.75 0.58 0.14 0.18
%IBW EOT <93.16 28 0.607 0.571 0.706 0.636 0.679 0.337 0.75 0.58 0.14 0.18
Change in compensatory >50 28 0.607 0.571 0.647 0.545 0.607 0.189 0.69 0.5 0.18 0.21
Adult AN
behavioral
Change in Global EDE >521.88 28 0.643 0.643 0.778 0.6 0.714 0.378 0.78 0.6 0.14 0.14
Change in BMI>5 0.74 28 0.643 0.571 0.667 0.6 0.643 0.255 0.75 0.5 0.14 0.21
Change in % IBW >53.66 28 0.643 0.571 0.667 0.6 0.643 0.255 0.75 0.5 0.14 0.21
Change in compensatory
behaviors >521
28 0.643 0.643 0.722 0.5 0.643 0.222 0.72 0.5 0.18 0.18
Adolescent BN Compensatory behaviors EOT <1 49 0.286 0.429 0.857 0.743 0.776 0.522 0.57 0.93 0.49 0.06
Change in EDE Restraint <23.4 49 0.286 0.327 0.714 0.829 0.796 0.521 0.63 0.88 0.48 0.09
% IBW EOT >5107.28 47 0.298 0.574 0.929 0.576 0.681 0.398 0.48 0.95 0.40 0.04
Adult BN Compensatory behaviors EOT <2 98 0.143 0.286 0.786 0.798 0.796 0.412 0.39 0.96 0.17 0.03
Change in global EDE >22.02 101 0.158 0.317 0.688 0.753 0.743 0.313 0.34 0.93 0.21 0.05
BMI EOT >521.68 101 0.158 0.525 1 0.565 0.634 0.291 0.3 1 0.37 0.00
% IBW EOT >5100.00 101 0.158 0.525 1 0.565 0.634 0.291 0.3 1 0.37 0.00
Adult BED Global EDE EOT <1.58 97 0.464 0.443 0.756 0.827 0.794 0.584 0.79 0.8 0.24 0.26
BMI EOT <38.15 94 0.479 0.638 0.733 0.449 0.585 0.18 0.55 0.65 0.33 0.17
% IBW EOT <175.61 94 0.479 0.638 0.733 0.449 0.585 0.18 0.55 0.65 0.33 0.17
EDE objective binges <1 97 0.464 0.732 0.8 0.327 0.546 0.122 0.51 0.65 0.39 0.12
n, sample size; P, prevalence (percent of sample with a positive dx); Q, level of test(percent of sample with a positive test); PVP, predictive value of posi-
tive test (probability of having a positive diagnosis among those patients having a positive test); PVN, predictive value of negative test (probability of hav-
ing a negative diagnosis among those patients having a negative test); FP, false positive rate(percent having negative diagnosis and positive test); FN,
false negative rate (percent having a positive diagnosis and negative test).
FIGURE 1. Predictors of transdiagnostic recovery. [Color figure can be viewed in the online issue, which is available at wileyonlinelibrary.com.]
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Binge Eating Disorder
For BED, which was examined only in adults,
attainment of an EDE global score of < 1.58 was
the most efficient predictor (Kappa ES5 .58). Binge
eating levels per se were not a clinically significant
predictor of recovery.
Discussion
As noted in the introduction, there is little agree-
ment about the definition of recovery from eating
disorders. However, a number of recent studies
have used a defined threshold for recov-
ery.4,15,24,36,42 For the most part, these studies use
definitions that are broadly transdiagnostic, often
utilizing community norms on weight, eating
related cognitions, and behaviors as the bases for
defining recovery. Nonetheless, the relationship
between the EOT response and recovery remains
understudied;4,5 however, both clinicians and
patients share an interest in having treatment out-
come predict future recovery. Hence, it is impor-
tant to understand the probability that a patient’s
clinical status at the EOT leads to longer-term
recovery. Because many eating disorders are sub-
ject to relapse after treatment,16,18,43,44 this infor-
mation is needed to determine which patients
likely require additional treatment.
Significant weight gain to a particular criterion
by the EOT appears to be the best predictor of
recovery for adolescents with AN. This finding is in
accordance with previous studies.4,8 Unfortunately,
because so few adults with AN in the study used for
this report met even a lower threshold for recovery,
it was not possible to ascertain any EOT predictors
associated with a broad transdiagnostic conceptu-
alization of recovery in this group. This finding is
consistent with the observation that for persis-
tently ill patients with AN a definition of recovery
may not be helpful; instead, considerations of out-
comes related to harm minimization, improve-
ments in quality of life, and reduction of high risk
behaviors might be more useful.34,45
Despite the common use of change in binge eat-
ing and purging rates as an outcome measure for
studies of BN and BED,15,46 based on our study,
binge eating rates at the EOT do not appear to be
strongly related to recovery at follow-up for these
disorders in adults. Instead, compensatory behav-
iors, (more broadly defined to include: purging,
excessive exercise, diuretic use, and fasting)
reduced to fewer than two per month at EOT, pre-
dicted transdiagnostic recovery in adult BN.
Although abstinence from binge eating and
purging was the outcome used in the two RCTs of
adolescent BN, change on the EDE was not
included in the definition of recovery in those stud-
ies.24,25 Our results suggest that including measures
of change on eating related psychopathology as
assessed by the EDE is likely important at the EOT
in predicting longer-term recovery in this age
group.
For BED, the best predictors of recovery were
global changes in eating related psychopathology.
The fact that binge eating rates themselves were not
highly predictive of longer term recovery from BED
is somewhat surprising as many would anticipate
that behavior change in this domain is evidence of
effective treatment over the longer term.47–49 On the
other hand, according to our analyses the impor-
tance of changes in eating related psychopathology
at EOT suggests that cognitive change in this
domain may be an important driver for mainte-
nance of behavioral change over time. It is notewor-
thy that the EOT global EDE score that predicts
recovery at follow-up in BED is exactly 1 SD above
the community mean supporting the usefulness of
the EDE as a measure of eating related psychopa-
thology in BED. These results also suggest it is likely
worthwhile to consider changes in eating related
cognitions in considering recovery in BED.
Our results provide little support for the use of a
uniform transdiagnostic definition of recovery for
eating disorders, encompassing three criteria:
weight, psychological, and compensatory behaviors.
Only one entity, adolescent bulimia nervosa, had
two predictive criteria: psychological and compensa-
tory behaviors. This suggests that the best outcomes
predicting future success are likely to be different in
different disorders. At the same time, the results of
this study provide support for the use of the EDE as
a useful EOT measure for most types of EDs in pre-
dicting longer term outcome, though specific thresh-
olds vary among the diagnostic groups.
There are significant limitations to this study. It
is an exploratory study utilizing existing databases
of participants and conducting a secondary analy-
sis. Further, sample sizes are generally small and
limit both our power to detect effects as well as
limiting the generalizability of our findings. As
noted, there are no agreed upon definitions for
recovery for eating disorders and the transdiagnos-
tic approach utilized here is only one approach,
and other definitions of recovery could have
been utilized. In addition, we modified this trans-
diagnostic approach for adults with AN, because so
few participants in the studies recovered using it.
We utilized data only in participants where we had
sufficient follow-up data so not all participant data
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(intent-to-treat) from the original studies were able
to be evaluated. Variables considered as possible
predictors are consistent with those commonly
identified in the literature and used in RCTs, but
they are incomplete and other variables (e.g.,
changes in comorbid conditions, personality, and
family functioning) not considered in this study
may also be important. These limitations also sig-
nificantly limit the generalizability of the results as
expected in an exploratory study of this kind.
This study highlights some of the challenges
inherent in developing and understanding the
meaning of recovery for eating disorders. Nonethe-
less, in our view the importance of making progress
in better defining recovery in eating disorders can-
not be overstated. As with other disorders and dis-
eases, common benchmarks that inform patients,
clinicians, and researchers about progress and out-
come are necessary. We need to speak a common
language and share common goals to make signifi-
cant progress in understanding and treating eating
disorders. However, current data suggest in the field
of eating disorders we still need to consider the
stage of illness and specific diagnoses of patients
when considering the definition of recovery.
From a clinical perspective, understanding that
EOT outcomes may vary by diagnosis and age
group is important because when we conclude
treatment, it is important to inform our patients of
the real likelihood that the effects of our treatment
will be enduring and lead to recovery. Future
research would benefit from longer-term treatment
studies with an array of measures so that the time
interval to establish recovery can be determined,
rather than using an arbitrary length of time as in
the present study. Such research to test threshold
definitions of recovery will require collaboration
among researchers as well as leadership and guid-
ance from scientific and clinical organizations to
develop and recommend working definitions of
recovery in eating disorders and to promote report-
ing analyses using shared definitions of recovery
outcomes in RCTs.
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